An Anaemic Breakdown or Crisis in a Child, not connected with definite Congenital Hamolytic Jaundice-Rapid Recovery.-F. PARKES WEBER, M.D.
The patient, V. F. M., aged 11, an English boy of Italian ancestry, was admitted to hospital late at night on April 25, 1931. The history was that on April 20 he complained of headache and afterwards of pain on the right side of the abdomen. This was followed two days later by much vomiting. Appendicitis had been thought of, but on admission no signs of organic disease were discovered, other than fever (104.20 F.), some dental caries and extreme anemia (the erythrocyte count was 930,000); no jaundice. There was no history of previous severe pallor or any severe previous illness in the patient, nor of any anaemia or jaundice in the family. Under treatment by blood transfusions (at first) and iron, arsenic and a liver extract, rapid improvement and apparently complete recovery took place. There was no fever after May 13, and the retinal htemorrhages, which were present at first, gradually disappeared. The'spleen could be felt for a time slightly enlarged; no enlargement of lymphatic glands detected. The erythrocyte count, which on May 1 was 780,000, reached 6,400,000'by August 19; a lymphocytosis has been present throughout. There was never any excessive "fragility " of erythrocytes Proceedings of the Royal Society of Medicine 10 either in the patient or in his only brother; on September 21, in the patient himself, h8molysis commenced with the 0*48% sodium chloride solution and was complete with the 042% solution. On April 28 the patient's blood-serum gave a strongly positive indirect Hijmans van den Bergh's reaction for bilirubin, and this indirect reaction is still positive (September 21), though not so abnormally strong. Negative Wassermann and Meinicke reactions. Pirquet's reaction (human and bovine): negative. Blood culture (April 28) negative. The urine on April 27 showed a trace of albumin, and gave a positive urobilinogen reaction in the cold, but later on the urine became free from albumin and from excess of urobilinogen.
The case seems to me to be one of temporary anaemic breakdown (crisis of ansemia), of unknown causation in a previously apparently healthy child,' perhaps similar in nature to the sudden anaemic breakdowns (accompanied by increased hemolysis and further enlargement of spleen), which are well known to occur occasionally in the subjects of congenital hiemolytic jaundice. It should be noted that the blood-bilirubin is still slightly excessive (September 21) and that there is still some lymphocytosis.
For the present case I am indebted to my surgical colleague, Mr. H. W. S. Wright (who saw the child previously to admission, when there was a suspicion of appendicitis); and for much help in the examination of the case to my housephysician, Dr. M. Scholtz. Some of the blood-counts are given in the accompanying The patient (E.:F.), aged 42, a married Welsh woman, has suffered for many years from erythriemia, with enlargement of the spleen and liver, and frequently with jaundice of varying degree. There has never been any bilirubin in the urine when it has been examined, and her blood-serum has always given a negative direct and a more or less strongly positive indirect-Hijmans van den Bergh reaction (" bloodbilirubin "). I described the case fully in the British Medical Journal for November, 1929 (p. 892) , and suggested that in this case the jaundice was -of ha3molytic nature, possibly a manifestation of ( compensatory ") hypersplenism; there was no abnormal fragility" of the red blood-corpuscles.
